Helicobacter pylori is a curved spiral Gram negative bacterium that lives in the human stomach.
Since the first description ofH pylori,' it has been established as the cause of type B gastritis23 and as an important pathogenic factor in duodenal ulcer disease.45 Recently, eradication of H pylori infection has been proposed as the new mainstay of duodenal ulcer treatment.5 There are several sensitive and specific tests available for the diagnosis of H pylon. The presence of the bacterium in gastric biopsy specimens can be detected directly by culture6 and histology7 '8 or indirectly by using the strong urease9 produced by the bacterium. For screening and follow up after treatment non-invasive tests are preferable. Urea breath tests are reliable and non-invasive but require an expensive mass spectrometer or produce radioactive waste with a long half-life.'0 1 The Twelve months after the start of triple therapy, the AI for specific IgA was -c035, which is considered the upper limit of normal'2 in five out of the 11 patients without evidence of H pyloni infection at that time. After 12 months, the AI for specific IgG was -0 32 (considered the upper limit of normal'2) in only one out of these 11 patients. Nine of the 11 patients are still without evidence ofH pylori infection 18 months after starting treatment. In six of these nine the AI for specific IgA was -0-35 and in four the AI for specific IgG was s0-32, illustrating a slow but persistent decrease in AI for both immunoglobulins after 12 Although it was not the aim of the study, the effect of treatment on symptoms was also monitored. In five patients, symptoms resolved after triple therapy: in the remaining 10, there was no change or only a short term improve-Long term serological surveillance after treatment ofHelicobacter pylori infection ment. In the three patients whose symptoms recurred and who showed an increase in specific IgA anti-H pylori, infection with H pylori was detected. In six patients, symptoms returned without a concurrent rise in specific IgA or IgG anti-H pylori. In these patients, Hpylori infection was not detected by culture or histological examination of gastric biopsy specimens (which showed minimal chronic gastritis only) nor was any abnormality found during endoscopy. 
